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[EE] Bey WA TG YT P9I 8 B I 95 (cholestatic liver disease, CLD) £ 2 A9 I R I7 5L A1 A R
S o FiE B MU 2023 4F 5 ] — 2024 4F 12 J 762 BB R 27 55 — B e 1= B & U4 i BH2 K i iF R CLD HL
BIH 2T 26 > 547 IE {1 L BR Cupper limit of normal value, ULN) f4 58 % 158 {9, ## IR YA J7 J7 12240 4 N BHE TT 41 (o B
D140, N TIPS NRHAYT 40 CRERZD44 3, JEBE DT 120 H WEAIF RO 2 4tk . 68 A it A SR
2 (total bilirubin, TBIDZUN 22 54 i 12 55 L (B=3.661,95% CI:0.906~6.415,/=-2.627,P=0.010) , #& /5 A\ T.J/Fi4
Jr ]l TBilF 2 T 3.661 mg/L. # TBil &0 1/ (total bile acid, TBA) \INR ,AST 3t 4 4~ b A 52 0 151 1 15
43 VEBE 3 (propensity score matching , PSM) {4 T A8 & , VL 5 , 2 4H¥9°F 3561 B H M AWFFE . VLIS 24 365 d 19
HEAE R BN 74.29 % (26/35) F1 85.71 % (30/35) , £ Log-rank # 4: , 22 5 48 2 3% X (y*=1.551,P=0.213), Cox
o] 9 43 A1 &5 S B, 2 BT R 9% % (hepatitis B virus, HBV) B¢ | Ifil /N (platelet, PLT) | 7N & MR % & Bff Calanine
aminotransferase , AL T2 i A A7 (R 7 I 2, TBIl L R & & iR 5% & i (aspartate aminotransferase , AST) i P i iR
fitf Calkaline phosphatase , ALP)FF & S A G B = . & AN TGS P CLD #7200 8 , R WL 5% 3]
Al i 2 Pl BB 3 365 d AR AE S I IR AR 2% i T il — 2B 4R IE .
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Clinical observation of artificial liver in the treatment of intrahepatic cholestatic liver disease
WANG Xin, PENG Jun-xia, YANG Jia-yue, XU Hui-zhang, CHU Xue-qin, SU Qian’
(Department of Infectious Diseases , the First Affiliated Hospital of Anhui Medical University,
Anhui Province, Hefei 230022, China)

[Abstract] Objective To determine the clinical efficacy and adverse reactions of artificial liver in the treatment
of patients with intrahepatic cholestatic liver disease (CLD). Methods We retrospectively enrolled 158 patients
diagnosed with intrahepatic CLLD and total bilirubin > 5 times the upper limit of normal (ULN) in the Department of
Infectious Diseases, the First Affiliated Hospital of Anhui Medical University, from May 2023 to December 2024. The
patients were divided according to treatment modality into an internal medical therapy group (control group)
comprising 114 patients and an artificial liver combined with internal medical therapy group (observation group)
comprising 44 patients. All patients were followed up for 12 months to evaluate efficacy and safety. Results The
grouping variable showed a statistically significant difference in the effect on A total bilirubin (TBil) (B=3.661,
95%CI: 0.906—6.415, =-2.627, P=0.010), indicating that artificial liver therapy can reduce TBil by an average of
3.661 mg/L. Four indicators, including TBil, total bile acids (TBA), INR and AST, were identified as predictors of
propensity score matching (PSM), and 35 patients in both groups were included in the study after matching. The 365-
day survival rates of the two groups were 74.29% (26/35) and 85.71% (30/35) , respectively, and there was no
significant difference by Log-rank test (y’=1.551, P=0.213). The results of Cox regression analysis showed that
hepatitis B virus (HBV) infection, platelet (PLT) and alanine aminotransferase (ALT) were protective factors for

survival, while elevated TBil, aspartate aminotransferase (AST) and alkaline phosphatase (ALP) were risk factors

[ Wi H 1112026 —02—12
[ 405 H 146 50T AR AH RS 25 3 4 25 A T AT 9 (iGandanF -1082022-RG G026 ; iGandanF -1082025-RGG003)
[TEHETA T #E2001— ), 5B LRl N, 2 B B K258 — B IR BE B B2 24 1 F o8 2, SR IR I8 12 3R

il F1EH o E-mail:suqian@ahmu.edu.cn




« 1086 - e BE R OR % % R

HATE WM

for survival. Conclusion

Artificial liver therapy demonstrates definitive short-term efficacy in the treatment of

intrahepatic CLD; however, no significant improvement in the 365-day survival rate has been observed, and its long-

term prognostic benefits require further validation.
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fH 3 9% B2 M BT 7 Ccholestatic liver disease,
CLD) & —Ff i Z Fs 3 SO Al . 0 W B
HEME B 65 51 A 09 Im R 25 5 Ak, DAIE YT IR K5t AR
W N E B R RO RRAE G R B
201, S, 2B F AR (alkaline
ALP)  fl vy - &% & B ¥ ¥
fitt (glutamyltranspeptidase, GGT) Fh@ M, R4
R REE R g, UA R EIF D RERE AT, Hd
Al BE BE R NI RE A B v, S AT R
R, U R AR . BT, CLD R
I D ), 2 B i BRI % i ETH IR AR, W T 25
£ 45 e L A MR Cursodeoxycholic acid, UDCA) |
S-MEHEEAM . HMB N . VUR 259 F0 5 D1 JJE iR
4 L HXF T ELLE (total bilirubin, TBID =5
fi5 1IE# {H LB Cupper limit of normal value, ULN)
A F N CLD & B RORA R . N i Ak
# 4 (artificial liver blood purification system,
ALBPS), fiiFR N T, AT 3506 B A I B2 S A E
B, S I REAE 5 4 BRI (B] o A BF 5% 3 3k O 5% Y
FRHAIT M THFBCS N BHA YT AT N CLD & #% i y7

phosphatase,

5T, BEMMK CLDIRIT RN
1 BERE5HE
1.1 %R HEHL20234F 5 —2024 4F 12 H %%

BB 458 — B8 B2 Be Wi ih 19 BF 9 CLD £ Bt iR
LS8 HIME ISR 5, H% IR YT T A M EHAR
Jrel (XFRRZHD 1144, e 5 M 74 4], 2Pk 40
B, 4E# (57.46412.83) % ; N THFEES N F
BRI OWEEA) 444, HHE 2941, bk 1541,
M (56.66+13.83) %, By 124 H . it
(o] B 1 BA 2 BF 5, R EE 2 4 T A . KO R
Ja (365 dAAfER) Ktz atk,

AW 5E O 38 i % BB B R A 5 — MR S B e
HZ G oAb (S . PI2026-03-40),
1.2 g A UE S B CIETE IR BRI I ik 45 2 45
(2021 )L CFF BRI BLRE 23R & R Ot
WO2021 4 ) ) 2 Wi bR i, Bl ALP=1.5X
ULN, GGT=3XULN, H TBIL=5XULN; I
IRBERLEEE
1.3 HEBRARME  AIFEMEME . CEO B IEEAR

A5 IRYT EOAEAE NG B MR Y Chn i R L T i
S5 IR/ L) M 5 IR T S0 TR R R B
W RUTRT R <365 d B E SR VT . BE R
7/ CT /g SR HEBR T A JE R R

1.4 WF5E07 1 MR A0 A B 0 1] S bR % 52 193R
ST, M RANEHAITA (WA (L3E3Z %
WEHAYY (REELSEHMR 750~1 000 mg, AR, 2~
3W/d, BREFEEAMILO0~2.0 g, &Ik iE,
LR/ s NTFEREG NFHARITH OWERHD . 1Efl
MWFEHAYY R EERE , BE N TGS, il g
WL e 2 AL i ik R 42 (DX-10), #i4lE (A
AT MR A R GEIRIT R B (202300 ) 0 AT
BITE N IE . BSOS B AR TR, PR N TR I
o CE /B0 LK 4> T B &R 48 (double
plasma molecular adsorption system, DPMAS) i
J7 o NTHEIT IR 2~3d/W, E2~5%, Hik
UOBORAE D RE 1k B 1 2 8 55 5 %

1.5 WSS Tk IKIEE B R TR I &
SR EF ARG, oAlRERE AR G
SR M BERT GARITIRD IRIRBERE, Jfit58 2%
B 2ol & CLD i I, 55 2 B R 9%
# (hepatitis B virus, HBV) EYe . 25497 . WK+
B OB RS . A SRR . I
JFAE, IEIBIT M RA R RN, @ i e ]2
BE DS BeJe 365 d B BT R, PR B PE 5T, #fe
W R, E A R I R PR (B A RS
ERH AR R ) AT A AL HE, PRI BEFA.

1.6 FBri ] SRR h 2 44 05 oL
YRR, 7 P Bdl B2 SR o D AR R A R R
WF5E 45 R A9 T4, A F5E iz 6 m 45 53 DT R
7 (propensity score matching, PSM) i X} & 2 5
WLEEZH I FE LR RRAE T — 30, 3 3 Cox [ AR AL 43
Bt e 835 365 d A A I A AR DG R 3R

1.7 Gib2 07k B SPSS 27 Ge it 84 43 Ak
o IERSAARTH R s fliE, BCRH
MASLREAR (R % JEIER IR R M (QR)
i, ek F Mann-Whitney U K56, 31809 0t
PAEE (Yoo ik, SR A 4 56 5% Fisher 45 #ff
Ko o R JH 2 Ju 2t Il )3 23 Fr L BRI 1T S 95 iR
#Z5; R H Kaplan-Meier % % il 45 365 d 4 77 il
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2.1 FELRERAE AHE ST R )% 209 B, HEBR ¥
BEARN AR B 514, g9 A CLD H & 15841, X IR

H 114 ), W EH 44 B, 240 TBil. & JH T
fig (total bile acid, TBA) . [H Br 5 #E 1L It

& (international normalized ratio, INR) , K& &

MR %% Z i (aspartate aminotransferase, AST) 25
A4 (P<<0.05); HEH . Fid . wE .
AN JE I 48 B2 (white blood cells, WBC) i % .
1 /N #2 (platelet, PLT) 3% . W& R % &
fiff  (alanine aminotransferase, ALT) ., H &
B ALB) . ALP. GGT. I ¥ Ml
fif (serum creatinine, Scr) HWHK 2Z R TSI+ E
X (P>0.05), W1,

Calbumin,

F1 15801 BEEKEHE
Table 1 Baseline characteristics of 158 patients
15 % 5 A iR (%, 60 WBC[M(QR),  PLTIM(QR),
(%, 0> (TEs, %) HBV & dE HBV ki % 107/L] % 10°/L]
it R 2 114 74(64.91) 57.46+12.83 53(46.49) 61(53.51) 6.45(3.76) 177.36(120.00)
pUR 34| 44 29(65.91) 53.66+13.83 20(45.45) 24(54.55) 6.05(4.53) 185.00(146.00)
¥/t Z A8 0.014 1.632 0.014 0.017 0.147
PiH 0.906 0.105 0.907 0.986 0.883
- - TBil TBA ALT AST ALB
[M(QR),mg/1.] [M(QR),pmol/1] [M(QR),U/L] [M(QR),U/L] [M(QR),g/1L]
it HE 21 114 108.8(59.8) 153.05(141.23) 159.50(468.05) 163.60(333.75) 33.75(8.82)
pUE -S| 44 179.8(119.1) 198.45(182.43) 337.05(663.85) 267.15(585.10) 32.85(9.15)
Y/t Z 1l 5.423 3.790 1.449 2.230 0.506
P <<0.001 <£0.001 0.147 0.026 0.613
25 151 %k ALP[M(QR),U/L] GGTIM(QR),U/L] INR[M (QR)] Ser[M (QR), pmol/L]
it B2 114 322.00(193.50) 353.50(340.00) 1.10(0.34) 57.00(25.05)
JUE S| 44 267.40(164.25) 349.00(363.50) 1.27(0.55) 52.50(26.73)
Y/t Z 1l 1.503 0.103 2.407 0.260
P 0.133 0.918 0.016 0.795

E HBV R IR LA - 25 R P RE B SO0 R R | B B S R B T L PR T A

2.2 EWIYT A O RIE W 4B F IR T AT TBIL,
TBA. INR, ASTHREL XS, KRHZ LN
H 43 B dFAh N TG Y7 a7y 7 2. L ATBIL A
J7 5 TBIl-IGI7 R TBID RFHAS &, Liadl R
H=0, WHEA=D . M. F . EBEE . A7
A WBC. 3597 A7 PLT. @Y7 8 TBA. iR J7 Al
ALT. {B¥FHT AST . RJ7HI ALB. JAJTHT ALP,
WBITHT GGT ., (7 AT INR, G J7 i CRE A A 48
SR Enter 35 38 il 49 A BRI AAN D0 0L 2.
ZICEMER AT R L 2 iR, BEREEA R
I (R=0.525, R?=0.275, 4% R’=0.204), H
F 4 it &k 3.880, P<<0.001, HWILFTil&R £ E
LHRPAFREAAFRIT¥E X, B AERET %
I I+ (variance inflation factor, VIF) #<C10,
T L2 mILL M. 418 B X AT BIl 800 2% 5

A4 E S (I & B =3.661, 95%CI:
0.906~6.415, =-2.627, P<<0.05), #/xR AT

®2 ZRTLHUE@MESRRERR

Table 2 Assignment situation of multiple linear regression

analysis
A i 2 A4 7% i R

ERS s 2157 R ZH =0, M4l =1
51 =0, BIE=1
i LA
JRITHT WBC U N
IRYTHTPLT LA
A e s ] L
IBIT T TBA LA B
IBITHTALT LA
IBITHTAST LA
BIT T ALB LA
WBITHT ALP L
IBIT T INR L
WBIT T CRE L

PRl 2% ATBIl YGIT G TBIil-{A47 17 TBil
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JIF 3497 AT 48 TBil F- 2 2 F 4 3. 661 meg/L. 4t A7 HT TBA. INR G # (¥ P>0.05
Amrh, JRYFETAST A BEF#m (P<<0.05), 1 L33,
*R3 BITME2AERTHRIEELE
Table 3 Comparison of the degree of decrease in indicators before and after treatment in the two groups
A5 b EVEEY 3 RGAEVEES QN EVEES e e 1y P{E K% VIF
H 4.129 — 5.365 0.770 0.443 — —
4151 3.661 0.212 1.394 2.627 0.010 0.782 1.279
P ) -1.228 -0.075 1.283 -0.957 0.340 0.817 1.225
eeyic3 -0.041 -0.070 0.048 -0.859 0.392 0.764 1.309
1 Bt 1A] 0.022 0.041 0.042 0.535 0.593 0.851 1.175
YRYT R WBC -0.239 -0.123 0.154 -1.549 0.124 0.798 1.253
YBIFHT PLT 0.024 0.286 0.007 3.677 <0.001 0.840 1.190
BITHT TBA 0.002 0.031 0.005 0.391 0.696 0.799 1.251
BIF T ALT 0.003 0.330 0.002 2.020 0.045 0.190 5.263
BIFRTAST -0.005 -0.402 0.002 -2.531 0.012 0.201 4.984
VAT RT ALB 0.009 0.007 0.108 0.083 0.934 0.760 1.315
VAT ET ALP -0.007 -0.218 0.003 -2.472 0.015 0.653 1.531
WWITHI GGT 0.000 -0.013 0.002 -0.145 0.885 0.673 1.485
VAT R INR -0.544 -0.083 0.491 -1.107 0.270 0.899 1.112
YAIT BT CRE 0.039 0.206 0.015 2.565 0.011 0.787 1.271
2.3 24T et RITHERAR KNS AR Gl R S, 2 4 TBIL,
B, 4390 Rk GO R 3, AR 1), R TBA. INR. ASTZRASit¥E XL (P<0.05),
B 1B MAEA A RN 131, AT R DL B AR AR A GE AR T PSML BN A8 o 28
7%7?*39@%&52@11% Cid s vz 6 81, i I 2 PSM ¢ S VC L J5 , 2 41 VC g i D %34k 3561, 240
B, AL R 3D, Ak kil R R G 2 ], HLFHIEZ S LG22 E L (P>0.05), L%
LRGSR YT S i, S RIERAL i 341, 28 )R &R R 4, VLHLJS 220 365 d Y AEAF 553 5k 74. 29 % (26/
3H Ak iS5 R 35) F185.71% (30/35), 4 Log-rank k%, 25

2.4 2FMIBIT T EEXT HH 365 d AR FERMIL TS B H

IG5 L (y*=1.551, P=0.213). WHE 1,

x4 WRAMPERAELIGHELFE

Table 4 Baseline characteristics of the control group and the observation group after matching

(n=35)
415 S (12, 00) AR i g R (G5, %) WBC[M (QR) . PLTIM(QR) .
B4 ok [M(QR) ,#] HBV &g 4EHBV &Y X 10°/1.] X 10%/1.]

Xt B 41 20(57.14) 15(42.86) 58.00(17.00) 15(42.86) 20(57.14) 6.99(4.73) 157.00(158)
L4 20(57.14) 15(42.86) 56.00(20.00) 16(45.71) 19(54.29) 5.86(5.38) 180.00(131)

PIAL: 0.000 1.258 0.058 0.511 0.517

Pl 1.000 0.109 0.810 0.609 0.605

Bt TBillM(QR) ,mg/L.] TBA[M(QR) ,pmol/L] ALT[M(QR),U/L]  ASTIM(QR),U/L]  ALB[M(QR),g/L]
it R 24 167.30(71.10) 202.60(139.30) 154.00(697.00) 194.00(497.00) 32.80(7.30)
JURZS7| 153.50(70.40) 181.40(172.10) 410.00(874.00) 284.00(597.00) 33.50(9.60)

Y/ Z 1l 0.253 0.311 1.298 1.310 0.153

P{H 0.801 0.756 0.194 0.190 0.879

2H 51 ALP[M (QR) ,U/L] GGT[M(QR) ,U/L] INR[M (QR) ] Ser[M (QR) , pmol/L]
Xt 1R 21 330.00(211.00) 283.00(236.00) 1.12(0.44) 58.00(30.30)
pURZS5| 262.80(169.00) 349.00(350.00) 1.25(0.57) 53.00(27.90)

Y/ 214 1.897 0.675 0.423 0.028

P{H 0.058 0.499 0.672 0.304
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Figure 1 The 365-day survival curves (KM method) of the control group and the observation group
2.5 365d/EfFEMMEmINE SN LIILE S 70 ALP 4% % & [278.50 (224.75) 1 U/L #i
BB YR AR . HEBERT R, 2 HBV B gL | [326.50 (402.02) ] U/L, GGT 4 % H
EmfF N T ARG . WBC. PLT. TBil. TBA. [331.90 (234.85) ] U/L gl
ALT. AST. ALB. ALP. GGT. INR. Scr% [318.00 (401.5 ] U/L, INR 4r % H
16K EEN AR, VU365 dAEFE N aAR 1.17 (0.53) 1 1.27 (0.46) , Scr 4 % K

i, DIBETAE RS A, # 17 Cox A4 HT . 16
AP 2 AE 365 d BE T 4 RN A A7 21 b Y EL RS 4
T FETOFIREFE X e rh, 365 d AEAF 4N 56 4, FE
TS h 14 6 . A fF AR R AL AR B
[55.50 (23.75) | %, HhFBHEE69.64%, &
PE o 30.36%; B To A oh fi AE R K
[59.50 (17.75) | %, HH557.14%, &hdh
42.86% . A A wmoh i E BE B [ Ch
[65.50 (15.75% 1 d, % 1T @H H
[14.00 (11.25) | d. #EHBVIEYTriH, HFF4H
A AL.03% MIRYH , LT 44 42.86% Ky iR
Hy ENTHHAYTrm, EAFHA 41.03% #5200
J7, FETSHH A 35. 716 HEZARYT . R E K AT
m, AEfFdS A WBC 4 5 R
[6.34 (5.08) ] X10°/L fl [6.57 (5.55) ] X
10°/L; PLT 435Ik [195.50 (163.25) | X10°/L
M [100.50 (750 1 X10°/L, TBil 2+ % K
[153.8 (69.8) ] mg/L Ml [181.4 (117.7) ]
mg/L, TBA4MI [194.84 (155.06) ] pmol/L
M [211.27 (122.48) ] pmol/L, ALT 4 51K
[287.50 (918.4) ] U/L M [144.30 (316) ] U/
L, AST 434k [207.25 (506.93) ] U/L FI
[222.00 (615.35) ] U/L, ALB 4 4% K
[34.50 (6.7) ] g/L A1 [28.35 (5.3) | g/L,

[57.00 (22.5) ] pmol/L Fl [63.80 (31.03) ]
pmol/L. PI&# HBV &Y | PLT. TBil. ALT,
AST. ALP K AR, UBHEEFENHAZ R,
HEAT Cox WA 4 #, A8 f WA 00 WL R 5. 25 % W
A, BHHBVIEY . PLT. TBil. ALT. AST,
ALPE 6NN R ER A HIT¥E L (P<0.05);
Hof, HBVIEY: | PLT., ALT 2B & LA
W%, TBil. AST. ALP J} & i L 1E 1 fG B
Mz, k6.,
#*5 CoxEASMBERFER

Table 5 Coding of variables in Cox regression analysis

AR A5 BT AH
15 HBV g T HBV E&Y=0,4 HBV &=1
PLT SRR
TBil U
ALT USRI
AST SR AR
ALP SR AR
3 it it

CLD J& — 21 57 BRSO, HRR AR BT ]
O B A2 B, T SO R S R A
AR FCl R L B0 AN R 26, gL B ds .
BB, PULBREOR G BT ZE . 2590 P R TH IR R
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Table 6 Results of Cox regression analysis of the factors affecting survival of patients

K% [l 5 7 ¥k Prifii Wald *{i P HR 95%CI
HBV g -3.566 1.294 7.590 0.006 0.028 0.002~0.357
PLT -0.024 0.008 9.907 0.002 0.976 0.962~0.991
TBil 0.225 0.112 4.001 0.045 1.252 1.005~1.560
ALT -0.005 0.002 6.270 0.012 0.995 0.991~0.999
AST 0.006 0.002 7.901 0.005 1.006 1.002~1.011
ALP 0.003 0.001 4.328 0.037 1.003 1.000~1.006

A BRI HF P9 AR R B DR & M AR AR R RN
J R M AP AR R AR 0 KGR A R A e I R
g, (A AR R . Sl Y R IR
5 K1 Ak T 4 VR I 3 R A ) O A T R A
CLD &L 7T g2 ik e 28 2oPE T 50k .

CLD J&— 2 0 1 3 2o 25 49 15 A7 36 A 0% JiF JIE 95
Wi o El-Maadawy % "V #fF58 & B, CLD % % ALl
W & Hippo/Y AP {5 5 38 i 09 R, M 51 & Bow
YRR RN . RAE AL i fb . R UDCA R E
WITIE, ARZEGRFEXIRIT RN AE. T 5
@ CLD MR KR 2, B2 W 59 N 05 2 R 97
MR, 2WiormE, BRTIEREHMAL. A S
Pilk . AR SR AN, RENENEERRTIL
# CLD M Rz W, Heiid T BRI R
AN B BIA YT RN AR TS g . BAR S
T TR AR R R R RS TR YT Y
SRR T H, H B R BB AT 4 B I R AR, O
HAE RSB o~ RS d R Zm . Wik,
XtF R A A R BEWI 2 W CLD 3, &
e ) R 9 R AT SRR A o VAT I, B X gk
HBV B B B0R 32197, RS P AR 9 L A0 8 T
BT, E BT R A G 0 IR 9T AR
PRI B CEE, AR RIER, HBV &Y
MR AR N R, o RerLE R . H AT
X HBV B C AU ARt HBY 259, A
TR YT YR Ak S X B AR A A A R B AR
Mo Hk, NTHRITAESR CLD WRHZE G IR YT
WFBZ—, MBIy A A . SRS .
FEAEN KON 55 Re 5, I IR 22 FF I 5 o o
ARV IR R . AR R BoR, X4 TBIL=5X
ULN® CLD 3%, WGyrara, AN TG HEHNA
SRRl N RAYFE TBI TR T A W35 % 5,
ATREALHIZE T . N TR Y7 ol B0 B i vh &
FURY TBIL, PRl 0 e T 4 B 3 45, o HF e A& 42 4
o TP T W 2 = 2 R % (0 T (1M e
AT L X5 AR B R K A B e b L B B

Mg as R — 8., 2 PSMAbH)E, K24
365 d AEAFARIF TR 25, $En N TR T 2 1l
AOULZE B HE I 2 2 R 365 d AR AR, im S
i W5k — LR, B TARMFRHEARE N, K
XA AR AN TGP AR 22 57 . HHETC
AT R MY, N TR B BRI YT S
KB AR IT L CLD I R AR T 2 RE 46 A 1 ROR AH
Mo Wik, X TBIl B Th e H R R 2P A R
FER B, F0 50 AU ) B AT AN AT
JSEAETIMR EE A 2/ Z T CLD A
7, HIZR A BORIT R R ik — L IR R S
e TR AWM 204, WFSEE TR I R A6 2R
FUE 7 4% 4 7 S il 00 B A OIS T 0F 2, & XTI
TR AT DLz A 2R BRI IR % o 1 )7
2R Y, BF RO RY) . HETE A £
AT CLD W7 7 i, i id ok 4 ] A0 0 8. AT
0 B 08 TR A RE A IR R AR R £ 4E 4k
G5 1 Hao % R R, Sk A FHEY & R
NN A N S I e SR W A I B
FI9 A S N Y 25 BEAE F . Mohamed % V% & B, £
XA A S 1 e-Jun 2 R R I A (e-Jun N-
terminal kinase, Jnk) AYHK G 736 97 AT GEJ& — Fh
BT CLD B3 o> 7ok o [W i, 76 H 8% i s
AN FEAE A U IR AN Y, TR R
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